=Ab s t r a c t = Varicella zoster virus (VZV) causes two diseases: Varicella, a generalized, primary infection, and herpes zoster (zoster), a secondary infection caused by latent VZV reactivation. Zoster can also be caused by latent VZV reactivation after a varicella vaccination. The complications associated with varicella include cutaneous infections, which are the most common, as well as pulmonary and neurological involvement. However, a deep venous thrombosis (DVT) has been rarely described as a varicella-associated complication. Here, we describe the case of a child with varicella zoster who developed a DVT that completely resolved after intravenous acyclovir and subcutaneous low-molecular-weight heparin treatment. ( 8 Hakdong, pain appeared at the right tibial area. These skin lesions consisted of grouped vesicles on an erythematous base and were localized to the L5 dermatome, involving the right knee and shin (Fig. 1) .
. Skin lesions consisting of grouped vesicles on an erythematous base localized to the L5 dermatome, involving the right knee and shin. 
I n t r o d u c t i o n
Varicella-zoster virus (VZV) causes two diseases. Varicella, is a generalized illness and a primary infection, and herpes zoster (zoster) is a secondary infection, caused by reactivation of latent VZV. VZV becomes latent after a varicella infection and usually persists silently and indefinitely.
Zoster can be caused by reactivation of latent VZV after a varicella vaccination. Among vaccine recipients, zoster has an incidence of 14 cases per 100,000 person-years 1) .
Although most complications associated with varicella infection are cutaneous, pulmonary and neurological, deep venous thrombosis (DVT) occurred in the patient reported here. The patient was treated with intravenous acyclovir and subcutaneous low molecular weight heparin (LMWH) and the DVT completely resolved.
Ca s er e p o r t
A 6-year-old previously healthy boy was admitted to the hospital because of pain in the right hip and skin eruptions at the right tibial area. Pain and erythema in the right hip developed first. Three days later, skin eruptions with prickly pain appeared at the right tibial area. These skin lesions consisted of grouped vesicles on an erythematous base and were localized to the L5 dermatome, involving the right knee and shin ( Fig. 1) .
On presentation the body temperature was 36.7℃ with a pulse rate of 116 beats/min, a respiratory rate of 24 breaths/ min and a blood pressure of 100/60 mmHg. Physical examination revealed no specific findings with the exception of typical eruptions of herpes zoster on the right lower leg.
The patient complained of gait disturbance due to aggravation of the right hip pain. However, his right hip and calf were not Therefore, the LMWH was changed to oral warfarin sodium.
During the anticoagulation treatment, the patient did not have any symptoms or signs of a pulmonary thromboembolism.
On the twelfth hospital day, the patient was discharged after a complete recovery from both the herpes zoster and the DVT.
The oral warfarin sodium was continued for the next month.
The patient remained free of any clinical symptoms of a thrombotic disorder.
Di s c u s s i o n VZV is the causative agent of varicella a primary infection that occurs in susceptible individuals. After the primary infection, the virus establishes a lifelong latent infection in the dorsal root ganglion cells. Its reactivation causes herpes
zoster, which is characterized by unilateral neuralgia followed by vesicular eruptions in a dermatome distribution 2) .
The incidence of zoster in healthy children who have had natural varicella infections has been reported by Hope- . However, in children with herpes zoster subsequent to an immunization, it is difficult to tell whether this results from a vaccine-type or a wild-type virus, in cases where the VZV cannot be differentiated. Several methods including restriction fragment length polymorphism 11) , and PCR 12) , are available for differentiation of the wild-type from the vaccine derived VZV strains.
Umberto and . In 1970 Minick et al. 17) first noted that viruses may induce atherosclerosis, and a relationship was proposed between viruses, vasculitis and possibly thrombosis 18) . VZV infection has been found to induce endothelial damage in blood vessels 19, 20) .
Early diagnosis and initiation of anticoagulant therapy is recommended during the course of varicella. Gogos et al 3) treated one case of varicella pneumonia with DVT using acyclovir 500 mg i.v, t.i.d., along with heparin, 30,000 IU/day i.v.
for the first seven days and wafarin sodium p.o. for the next three months; the other case of varicella with DVT was treated with heparin 35,000 IU/day i.v. only for 10 days followed by wafarin sodium p.o.. These cases are both adult patients with varicella complicated by DVT.
In the present case we describe a child who had simulta- Re f e r e n c e s
